Introduction
There are three major types of Guillain-Barre Syndrome (GBS): acute inflammatory demyelinating polyradiculoneuropathy (AIDP), acute motor axonal neuropathy (AMAN) and acute motor sensory axonal neuropathy (AMSAN). It is difficut to distinguishthses 3 from according to clinical findings. Electrophysiological findings play determinant role in diagnosis and classification of GBS (1) . AMAN diagnose is based on decreased compound muscle action potentials (CMAP) and absence of demyelinating findings (2) . AMAN with conduction blocks is rare, and usually recovers completely(3). That's why AMAN patients may be diagnosed as AIDP in early stages. AMAN may appear after Campylobacter jejuni infection. It is less often in children then adults and more often in boys then girls. AMAN usually appears after third year of life (4) . Clinical findings in childhood are similar to adults, but meningeal irritation findings, cranial nerve involvement, flask quadriplegia and dysautonomia can appear more
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Acute motor axonal neuropathy (AMAN), characterized with decreased compound muscle action potentials (CMAP) and absence of demyelinating findings in electrophysiological studies, is a subtype of Guillain-Barre Syndrome (GBS). A 4 yr-old male patient presented with ascending weakness, dysarthria and dysphagia to İstanbul Dr. Lütfi Kırdar Kartal Training and Research Hospital Neurology outpatient for three days to in 2012. Dysphonia, restricted eye movements, flaccid tetraplegia and areflexia were found in neurological examination. There were motor conduction blocks in all peripheral nerves in electrophysiological studies.According to these findings the patient was diagnosed as Acute Inflammatory Demyelinating Polyradiculoneuropathy (AIDP). Reduction of CMAP amplitudes in posterior tibial nerve, absence of CMAPs in median, ulnar and peroneal nerves and loss of motor conduction blocks were found in following electrophysiological studies. According to these findings, patient was diagnosed as AMAN. Motor conduction blocks may appear in early stage of AMAN and they disappear in later examinations. That's why electrophysiological studies must be repeated in patients with GBS. 
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Conduction blocks appear when saltatory conduction stops but the axon remains intact. In practice, this situation is seen as abnormal amplitude/area CMAP reduction on proximal stimulation compared with distal CMAP. Conduction block is usually associated with segmental demyelination. Electrophysiological studies in early stages of diseases can not distinguish the cause of reduction in CMAP amplitude, which may appear due to reversible conduction block or length-dependent conduction failure (6) . Determining of proximal conduction blocks is an important finding of acute GBS, but is found in about 40% of patients (7) . Diffuse demyelination replaces conduction blocks in following weeks. Conduction blocks are usually found on distal nerve ends, nerve roots and nerve entrapment sites where the blood-nerve barrier is thought to be weak (8) . Conduction blocks can be determined in 67% of AMAN patients, and patients can be diagnosed as AIDP (1). Hadden et al. evaluated electrophysiological examinations of 369 patients from 11 west countries repeated with 4 week intervals. After first examination, 69% of patients were diagnosed as AIDP, and 3% AMAN. AIDP and AMAN rates were found very near after following examinations (2). We found conduction blocks in the first examination of our patient, however, we found axonal polyneuropathy findings in second electrophysiological examination. Acknowledgements:There was not any financial source for this study.
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with anti-ganglioside antibodies in early stages (8) .
Conduction blocks in AMAN in early stages may appear due to anti GM-1 antibody associated with sodium channel destruction, but it is stil a matter of controversial (9) . Pathological changes in Ranvier nodes were seen in immunohistochemical examinations done on rabbits made AMAN with sensitization with GM-1 (10) . Antibodies in AMAN patients cause binding of membrane attack complexes to nodal axolemma, destruction of sodium channels, elongation of nodal area and seperation of paranodal myeline from axons (11) . The last finding is similar to paranodal demyelination, but the main problem is axonal degeneration (6) . Cytoskeletal degeneration and mytocondrial dysfunction due to calcium ions enter from membrane attack complex pores is the main cause (1, 12 
